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Purpose: We used transcranial magnetic stimulation (TMS) to determine the corticospinal 
responses from an agonist and synergist muscle following strength training of the right elbow 
flexors. Methods:	Motor evoked potentials were recorded from the Biceps Brachii and Flexor 
Carpi Radialis during a submaximal contraction from 20 individuals (10 women, 10 men, 
aged 18-35 years; training group; n = 10 and control group; n = 10) before and after three 
weeks of strength training at 80% of 1-repetition maximum (1-RM). To characterise the 
input-output properties of the corticospinal tract, stimulus-response curves for corticospinal 
excitability and inhibition of the right Biceps Brachii and Flexor Carpi Radialis were 
constructed and assessed by examining the area under the recruitment curve (AURC). 
Results: Strength training resulted in a 29% (P < 0.001) increase in 1-RM Biceps Brachii 
strength and this was accompanied by a 19% increase in isometric strength of the wrist 
flexors (P = 0.001). TMS revealed an increase in corticospinal excitability AURC and a 
decrease in silent period duration AURC for the Biceps Brachii and Flexor Carpi Radialis 
following strength training (all P < 0.05). However, the changes in corticospinal function 
were not associated with increased muscle strength. Conclusion: These findings show that 
the corticospinal responses to strength training of a proximal upper limb muscle is not 
spatially restricted, but rather, results in a change in connectivity, among an agonist and a 
synergistic muscle relevant to force production. 
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1RM: one-repetition maximum 
AURC: area under the recruitment curve 
AMT: active motor threshold 
CMEPs:	cervicomedullary motor–evoked potentials 
GABA: γ-Aminobutyric acid 
LTP: long-term potentiation 
MEPs: motor-evoked potentials 
MVIC: maximal voluntary isometric contraction 
M1: primary motor cortex 
rmsEMG: root-mean square electromyography 
sEMG: surface electromyography 
SICI: Short-interval cortical inhibition 





 During the early stages of strength training, it is axiomatic that the rapid gain in 
muscle strength occurs too rapidly to be explained solely by muscle-based mechanisms. 
Therefore, there is a consensus that the central nervous system (CNS) must facilitate the rapid 
induction of maximal voluntary force that is produced by strength training (Carroll et al. 
2002). Potential neural adaptations include an increase in motor unit discharge rate, increased 
doublet-firing of human motor units and increased “neural-drive” to the agonists and 
synergists, which represents modulation at the spinal level (Aagaard et al. 2002; Kamen and 
Knight 2004; Pucci et al. 2006; Sale 1988). In addition, it has been suggested that reduced co-
contraction of antagonists may also be an important neural adaptation to strength training 
(Carolan and Cafarelli 1992; Häkkinen et al.1998); however, there is also evidence to show 
that there are no changes in co-activation (Reeves et al. 2005). Previously, it has been 
suggested that any change in co-activation would indicate that the site of neural adaptation 
would be confined to the spinal cord (Sale 1988); however, recent evidence has emerged that 
the control of antagonist muscles may also be controlled at the level of the primary motor 
cortex (Capaday et al. 2013). Despite this, the involvement of supraspinal structures in these 
processes remains to be fully explored. Specifically, the potential role of the primary motor 
cortex (M1) and corticospinal tract underpinning the ‘early’ neural adaptations to strength 
training remain debated (Carroll et al. 2011; Kidgell et al. 2010; Lee et al. 2009; Jensen et al. 
2005; Griffin and Cafarelli 2007).  
 Emerging evidence has employed transcranial magnetic stimulation (TMS) to reveal 
the extent that the M1 and corticospinal tract (i.e., corticospinal excitability) contribute to the 
neural adaptations to strength training (Kidgell et al. 2010). One of the first studies to use 
TMS and investigate the corticospinal responses following strength training of the first dorsal 
interosseous (FDI) muscle reported a large increase in muscle strength. However, strength 
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training did not alter the size of the motor-evoked potential (MEP) at rest, or at higher force 
levels (i.e. 50% MVC); rather, observing a decrease in MEP amplitude (Carroll et al. 2002). 
In support of this, Jensen et al. (2005) reported a significant reduction in the size of the 
maximal MEP and slope of the stimulus-response curve recorded at rest following four weeks 
strength training of the Biceps Brachii muscle. Further, Lee et al. (2009) observed that four 
weeks of strength training of the wrist (ulnar deviation) did not modify the size of the TMS 
evoked recorded at rest MEP. Recently, Coombs et al. (2016) showed that three weeks of 
wrist extensor strength training had no effect on corticospinal excitability, despite significant 
increases in muscle strength. In contrast to these findings, Griffin and Cafarelli (2007) 
observed a 32% increase in MEP amplitude following isometric strength training of the 
Tibialis Anterior. Based upon the previous TMS strength training studies, it is difficult to 
draw definitive conclusions as to whether the M1 and corticospinal tract contribute to the 
neural adaptations that might account for the increase in strength. However, the disparity in 
the previous studies could simply relate to the type of strength training employed. For 
example, strength training that is externally paced to an audible metronome has consistently 
demonstrated increases in M1 and corticospinal excitability following isotonic strength 
training (Kidgell et al. 2010; Pearce and Kidgell 2011; Weier et al. 2012; Leung et al. 2015). 
This supports the idea that skill and strength training share a similar neural adaptation within 
the M1 and corticospinal tract (Carrol et al. 2002), for which evidence has recently been 
provided (Leung et al. 2015).  
 Although TMS strength training studies are emerging, many studies have not 
determined whether corticospinal inhibition contributes to the neural adaptations to strength 
training. When a supra-threshold single-pulse TMS stimulus is applied over the contralateral 
M1 whilst maintaining a low-level muscle contraction, there is a pause in the surface 
electromyographic (sEMG) signal that can last up to a few hundred milliseconds (Wilson et 
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al. 1993; Di Lazzaro et al. 1998; Kidgell and Pearce 2011) and is referred to as the TMS 
silent period.  This period of sEMG silence is thought to be reflective of inhibitory 
mechanisms, mediated by γ-Aminobutyric acid (GABAB) receptors Di Lazzaro et al. 1998; 
Werhahn et al. 1995). To date, only six studies in both young and healthy older adults have 
reported that the duration of the silent period is reduced following isometric and isotonic 
strength training (Kidgell and Pearce 2010; Kidgell et al. 2011;  Latella et al. 2012; Christie 
and Kamen 2013; Hendy and Kidgell 2013; Coombs et al. 2016).	 These data suggest that 
strength training targets specific populations of intracortical GABAB networks that 
consequently may increase neural drive to the trained muscle. 
 A significant limitation in the current body of evidence is that corticospinal 
excitability and inhibition are examined in the agonist muscles only. It is well recognised that 
changes in the activation of synergistic muscles might also contribute to the net increase in 
voluntary force (Cannon and Cafarelli 1987), however there have been no TMS strength 
training studies that have explored this. We chose to examine the synergistic responses of 
Flexor Carpi Radialis during elbow flexion, as previous strength training interventions have 
used TMS to examine the M1 and corticospinal responses of this muscle. In addition, it is 
likely to be substantially active during an isotonic Biceps curl exercise (Kidgell et al. 2015). 
Therefore, the purpose of the current study was to characterise the input-output properties of 
the corticospinal tract for the trained agonist and synergist muscle following strength training. 
It was hypothesised that strength training of the Biceps Brachii muscle would induce changes 
in corticospinal excitability and inhibition for both the agonist and synergist (Flexor Carpi 
Radialis), via the activation of an integrated neural network that involves both the M1 and 
corticospinal tract.  




Twenty participants (10 women, 10 men, and aged 18-35 years) volunteered to 
participate. All volunteers provided written informed consent prior to participation in the 
study, which was approved by the Human Research Ethics Committee in accordance with the 
standards by the Declaration of Helsinki. All participants were right-hand dominant as 
determined by the Edinburgh Handedness Inventory (Oldfield 1971) with a Laterality 
Quotient Score greater than 40, had not participated in strength training for at least 12 
months, and were free from any known history of neuromuscular impairment. Prior to the 
experiment, all participants completed the adult safety screening questionnaire to determine 
their suitability for TMS (Keel et al. 2001). 
2.2 Experimental approach 
A schematic representation of the study is presented in Figure 1. After obtaining 
consent, participants completed a familiarisation session one week prior to the study that 
involved performing a one-repetition maximum (1-RM) strength test of the right elbow 
flexors (to establish training load) and were then exposed to single-pulse TMS. Following the 
familiarisation session, participants were systematically matched for gender and baseline 
strength, then randomly allocated into either the control (no training) or training group. All 
participants underwent TMS and maximum strength testing of the Biceps Brachii and Flexor 
Carpi Radialis before and after a three week supervised strength training program of the right 
elbow flexors with post-testing occurring within 48 hours of the final training session. 
Control participants undertook pre- and post-testing only. Previous strength training and TMS 
studies have shown the efficacy for strength training the Biceps Brachii and Flexor Carpi 
Radialis in isolation, hence, the elbow flexor was chosen as it involves the agonist Biceps 
Brachii and one of several synergists, but we chose the Flexor Carpi Radialis as the synergist 
(Kidgell et al. 2015). 
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2.3 Voluntary strength testing 
Participants in both groups performed a standard unilateral 1-RM test for the right 
elbow flexors, specifically targeting the Biceps Brachii. Following previous work (Munn et 
al. 2005), participants were asked what they believed their 1-RM elbow flexion strength was 
and this load served as their initial starting weight. Participants performed the 1-RM test 
standing, holding a weighted dumbbell with one hand, with their elbow in full extension, 
forearm supinated, and the opposite arm placed behind their back while standing against a 
wall to prevent extraneous body movement. Participants were then asked to flex their arm 
and lift the dumbbell as if performing a standard Biceps curl. If the trial was successful, the 
weight of the dumbbell was increased accordingly (0.5 kg increments) on each trial following 
a three-minute recovery to minimise the development of muscular fatigue (Munn et al. 2005; 
Kidgell et al. 2011). This procedure continued until the subject could no longer complete one 
repetition and their prior successful trial served as their 1-RM isotonic Biceps Brachii 
strength (Munn et al. 2005; Kidgell et al. 2011).	 Participants completed on average three 
trials to achieve their 1-RM strength. 
Maximum voluntary isometric contraction force (MVIC) of the right wrist flexors was 
determined on a custom-made force transducer (Futek Force Transducer LSB302, 
Melbourne). For the wrist flexor MVIC, participants were seated in a chair, shoulders in a 
neutral position with their elbow flexed at 110 degrees (Frazer et al. 2016). With the hand 
supinated and the force transducer positioned over the middle aspect of the palmar surface of 
the hand and was adjusted to ensure that the external moment arm was individually 
established for each participant. Once the external moment arm was established, participants 
were instructed to push up against the transducer as forcefully as possible for three seconds. 
Three trials were performed, separated by three-minute rest to minimise fatigue. The greatest 
recorded output was used for data analysis. 
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2.4 Strength training protocol 
Using the same set-up as in the 1-RM testing, participants completed flexion-
extension movements of the right elbow with the forearm supinated (Biceps curl). 
Participants completed 4 sets of 6-8 repetitions at 80% 1-RM with the right arm only (to 
contractile failure) with three-minute recovery between sets (Munn et al. 2005; Kidgell et al. 
2010). A repetition timing of three seconds concentric and four seconds for the eccentric 
phase was maintained using an electronic metronome (Kidgell et al. 2010). The use of an 
automated timing device was selected as previous research has shown that controlled slow 
velocity strength training facilitates greater changes in TMS evoked MEP responses 
compared to self-paced training (Leung et al. 2015). Progressive overload was applied once 
participants could complete 4 sets of 8 repetitions by increasing the training weight by 2.5%. 
2.5 Surface electromyography 
The area of electrode placement was shaven to remove fine hair, rubbed with an 
abrasive skin gel to remove dead skin, and then cleaned with 70% isopropyl alcohol. sEMG 
was recorded from the right Biceps Brachii and right Flexor Carpi Radialis muscle using 
bipolar Ag-AgCl electrodes. For the Biceps Brachii, the site of measurement was determined 
by marking the skin two thirds of the distance between the acromion and the lateral 
epicondyle, while the participant stood relaxed in the anatomical position (Pearce et al. 2013). 
This mark was then extended to the most anterior point of the muscle bulk where the 
electrodes were placed 2 cm apart over the mid-belly of the Biceps Brachii, with a ground 
electrode secured on the lateral epicondyle of the humerus (Wilson et al. 1993).  
sEMG was also recorded from the right Flexor Carpi Radialis muscle using bipolar 
Ag-AgCl electrodes as described by Selvanayagam et al. 2011.  The electrodes for the Flexor 
Carpi Radialis were positioned 9 cm from the medial epicondyle of the humerus with an 
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inter-electrode distance of 2 cm (Selvanayagam et al. 2011). A grounding strap was placed 
around the wrist as the common reference point for all electrodes. sEMG signals were 
amplified (x1000), band pass filtered (20 Hz - 1 kHz), digitized online at 2 kHz, recorded (1 
sec) and analysed using Power Lab 4/35 (AD Instruments, Bella Vista, Australia). 
2.6 Transcranial magnetic stimulation 
TMS was delivered using a MagPro Compact (MagVenture A/S, Lucernemarken, 
Denmark) and a single C-B60 Butterfly Coil (external diameter of each loop 75 mm). The 
motor hotspots for both the right Biceps Brachii and Flexor Carpi Radialis (with posterior-to 
anterior-induced current flow in the cortex) was determined, and active motor threshold 
(AMT) was established as the stimulus intensity at which at least 5 of 10 stimuli produced 
motor evoked potential (MEP) amplitudes of greater than 200 µV (Rossini et al. 1999). 
Following the strength training intervention, AMT was retested and adjusted if required. To 
ensure all stimuli were delivered to the optimal motor hotspots throughout testing, 
participants wore a tight-fitting cap marked with a latitude-longitude matrix, positioned with 
reference to the nasion-inion and interaural lines.  
All stimuli were delivered during a low-level isometric contraction of the right Biceps 
Brachii and the Flexor Carpi Radialis. For the MEPs obtained from the Biceps Brachii, 
participants were required to maintain an elbow joint angle of 90 degrees elbow flexion. Joint 
angle was measured with an electromagnetic goniometer (ADInstruments, Bella Vista, 
Australia), with visual feedback provided on a screen visible to both the participant and the 
researcher (Hendy and Kidgell 2013).   Holding the lower arm in this joint position equated 
to 5 ± 1% of the maximal root-mean squared electromyography (rmsEMG). Because this 
position resulted in a low level of muscle activity, and to ensure that background muscle 
activity was consistent between TMS stimuli, rmsEMG were recorded 100-ms before the 
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delivery of each TMS pulse. During the TMS trials, visual feedback was presented to the 
volunteer to display an upper limit of 5% rmsEMG; participants were instructed to maintain 
their muscle activation levels below this upper limit. The stimulus delivery software 
(LabChart 8 software, ADInstruments, Bella Vista, NSW, Australia), was set so that stimuli 
were not delivered if the rmsEMG value, 100 ms immediately prior to the stimulus, exceeded 
5 ± 1% (Table 1). The MEPs obtained from the Flexor Carpi Radialis were collected during 
low-level isometric contractions of the wrist flexors. Low-level contractions equated to 5 ± 
1% of root mean square electromyography (rmsEMG) during MVIC and were performed by 
maintaining the wrist and fingers in a straight position (Hendy and Kidgell 2013). This level 
of background sEMG has been previously used to produce reliable MEPs amplitudes and SP 
durations (Sale and Semmler 2005; Kidgell et al. 2015) and represents 2% of MVC force. 
The order of testing for the construction of corticospinal excitability and inhibition 
recruitment curves were randomized between the Biceps Brachii and Flexor Carpi Radialis.  
2.7 Maximum compound muscle action potential 
Direct muscle responses were obtained from the right Biceps Brachii muscle by 
supramaximal electrical stimulation (pulse width, 200 µs) of the brachial plexus at Erbs point 
(DS7A; Digitimer, Hertfordshire, United Kingdom). The stimuli were delivered while the 
participant sat in an upright position, with the elbow at 90 degrees elbow flexion holding 5 ± 
1% of maximal rmsEMG. This low level of muscle activity was used to match the conditions 
under which TMS was delivered (Frazer et al. 2016). An increase in current strength was 
applied to Erbs point until there was no further increase observed in the RMS amplitude of 
the sEMG response (MMAX).  
Direct muscle responses were also obtained from the right Flexor Carpi Radialis 
muscle by supramaximal electrical stimulation (pulse width 200 µs) of the median nerve 
under active conditions (2 ± 1% rmsEMG [DS7A, Digitimer, Hertfordshire, UK]). The site 
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of stimulation that produced the largest M-wave was located by positioning the bipolar 
electrodes in the cubital fossa. An increase in current strength was applied to the median 
nerve until there was no further increase observed in the amplitude of the sEMG response 
(MMAX) (Kidgell et al. 2015). To ensure maximal responses from both the Biceps Brachii 
and Flexor Carpi Radialis, the current was increased an additional 20% and the average 
MMAX was obtained from five stimuli, with a period of 6–9 seconds separating each stimulus. 
MMAX was recorded at baseline and following the strength training intervention to control for 
possible changes in peripheral muscle excitability that could influence MEP amplitude. 
 
2.10 Data analysis 
Pre-stimulus rmsEMG activity was determined in the right Biceps Brachii and Flexor 
Carpi Radialis 100 ms prior to each TMS stimulus during pre- and post-testing. The peak-to-
peak amplitude of MEPs evoked as a result of stimulation was measured in the right Biceps 
Brachii and Flexor Carpi Radialis contralateral to the cortex being stimulated in the period 
10-50 ms after stimulation. MEP amplitudes were analyzed (LabChart 8 software, 
ADInstruments, Bella Vista, NSW, Australia) after each stimulus was automatically flagged 
with a cursor, providing peak-to-peak values in µV, averaged and normalized to the MMAX, 
and multiplied by 100, separately for the Biceps Brachii and Flexor Carpi Radialis.  
Silent period durations were obtained from single-pulse stimuli delivered at 130-
170% AMT during a light elbow flexor contraction (5 ± 1 % of maximal rmsEMG), 
separately from the Biceps Brachii and Flexor Carpi Radialis. The duration between the onset 
of the MEP and the resolution of background sEMG was visually inspected and manually 
cursored, with the experimenter blinded to each condition. The average from 10 stimuli was 
used for silent period duration (Wilson et al. 1993).  
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In addition, the total area under the recruitment curve (AURC) was calculated with 
the method of trapezoidal integration using the data collected during the construction of 
corticospinal excitability and inhibition recruitment curves for both the Biceps Brachii and 
Flexor Carpi Radialis separately. In this regard, 10 single-pulse stimuli were delivered at 130-
170% AMT for both the Biceps Brachii and Flexor Carpi Radialis. Data from AURC was 
presented as arbitrary units (AU) (Talelli et al. 2008; Carson et al. 2013).  
 
2.11 Statistical analysis 
All data were screened with the Shapiro-Wilk test and found to be normally 
distributed (all P > 0.05) and thus the assumptions of the ANOVA were not violated. To 
ensure that there were no significant differences between groups at baseline, a one-way 
analysis of variance (ANOVA) was used for all dependent variables.  A two-way repeated 
measures ANOVA was used to compare the effects of strength training and no training 
(GROUP) on multiple dependent variables (1-RM strength, MVIC force, pre-stimulus sEMG, 
corticospinal excitability, silent period duration and AURC for the agonist and synergist) 
over 2 TIME points (pre-testing and post-testing). Bonferroni correction for multiple 
comparisons was applied for each dependent variable where significant multivariate effects 
were found. In order to determine if any changes in the AURC for corticospinal excitability 
and inhibition were different between the agonist and the synergist muscle following the 
strength training program, paired t-tests were used. Linear regression analysis was also used 
to examine any potential association between changes in muscle strength [(post strength/pre 
strength x 100) - 100], changes in MEP amplitude after training (pooled MEP amplitude 
post/pre x 100) - 100], and changes in silent period duration after training (pooled silent 
period duration post/pre x 100) - 100] for both the agonist and synergist muscle. Prism 7.1 for 
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Windows (Graphpad Software Inc, CA, USA) was used for all statistical analyses with the 




3.1 Pre-stimulus rmsEMG, Maximal Compound Waves, and Motor Thresholds 
Table 1 presents the mean (± SE) for AMT stimulus intensity, MMAX and single-pulse 
TMS pre-stimulus rmsEMG amplitude prior to and following strength training for the Biceps 
Brachii, whilst Table 2 presents the mean (± SE) for AMT stimulus intensity, MMAX and 
single-pulse TMS pre-stimulus rmsEMG for the Flexor Carpi Radialis.	At baseline there were 
no differences in	pre-stimulus rmsEMG, AMT stimulus intensity and MMAX between groups 
for Biceps Brachii and Flexor Carpi Radialis (all P > 0.05). Pre-stimulus rmsEMG did not 
vary for single-pulse TMS trials, and there were no TIME or interactions effects (P > 0.05). 
Similarly, there was no TIME or interactions detected for AMT stimulus intensity or MMAX 
(all P > 0.05). 
3.2 Maximal voluntary force 
3.2.1 Biceps Brachii Strength 
At baseline there were no differences in 1-RM Biceps Brachii strength between 
groups (P = 0.938). Following strength training, there was a main effect for TIME (P = 
0.019) and a GROUP x TIME interaction (P = 0.0009, Figure 2a). Post hoc analysis revealed 
a 29% increase in 1-RM strength (pre 11.0 ± 1.5 kg compared to post 14.5 ± 1.5 kg) 
following three-weeks of strength training compared to the control group (pre 11.0 ± 1.5 kg 





3.2.2 Wrist Flexor Strength 
At baseline there was no difference in MVIC force for the wrist flexors between 
groups (P = 0.902). Following strength training, there was a main effect for TIME (P < 
0.0001) and a GROUP x TIME interaction (P < 0.0001, Figure 2b). Post hoc analysis 
revealed a 19% increase in strength (pre 333.5 ± 32.4 N compared to post 397.3 ± 32.6 N) 
following three-weeks of strength training compared to the control group (pre 338.7 ± 26.9 N 
compared to post 339.8 ± 29.2 N, P < 0.001). 
3.2.3 Change in agonist and synergist strength 
Using linear regression, a significant positive relationship was observed between the 
change in Biceps Brachii strength and the change in synergistic strength of the Flexor Carpi 
Radialis (r2 = 0.523, P = 0.009), following strength training (Figure 3).  
3.3 Corticospinal excitability 
3.3.1 Biceps Brachii  
Figure 4a-b shows the	 AURC obtained prior to and following the strength training 
intervention for the Biceps Brachii and Flexor Carpi Radialis. Total AURC were similar 
between groups at baseline (P = 0.556). Following strength training, there was a main effect 
for TIME (P < 0.001), and a GROUP x TIME interaction (P = 0.035). Post hoc analysis 
showed that three-weeks of isotonic strength training of the Biceps Brachii resulted in a 49% 
increase (pre 1542 ±	247 arb. units; post 2308 ± 318 arb. units) in the total AURC compared 
to a 2% decrease (pre 1651 ± 158 arb. units; post 1611 ±	119 arb. units, P = 0.035) in the 






3.3.2 Flexor Carpi Radialis  
For the Flexor Carpi Radialis, total AURC were similar between groups at baseline (P 
= 0.839). Following strength training, there was a main effect for TIME (P = 0.001) and 
GROUP x TIME interaction detected (P = 0.006). Following strength training, there was a 
29% increase (pre 1756 ±	165 arb. units; post 2274 ± 150 arb. units) in the total AURC for 
Flexor Carpi Radialis.  However, post hoc analysis revealed that the magnitude of change in 
total AURC was not statistically significant to the control group (pre 1841. ± 147 arb. units; 
post 2009 ±	179 arb. units, P = 0.441, Figure 5a-b). 
We also examined if the magnitude of change in the AURC for corticospinal 
excitability was different between the agonist and synergist muscle following the strength 
training intervention. Paired-samples t-test showed that there was no difference in the 
magnitude of change in corticospinal excitability between the trained agonist and the 
synergist muscle (t = 0.101, P = 0.921). 
3.3.3 Changes in Corticospinal excitability and muscle strength 
Using linear regression, there was no association between the change in Biceps 
Brachii MEP amplitude and the change in maximum strength of Biceps Brachii (r2 = 0.017, P 
= 0.351).  In a similar manner, there was a poor association between the change in MEP 
amplitude of the Flexor Carpi Radialis and the change in maximum strength of the synergist 
wrist flexors (r2 = 0.043, P = 0.563).   
3.4 Corticospinal inhibition 
 3.4.1 Biceps Brachii 
Figure 6a-b shows the total AURC obtained for corticospinal inhibition prior to and 
following the strength training intervention for the Biceps Brachii.  For the Biceps Brachii, 
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total AURC were similar between groups at baseline (P = 0.462). Following the intervention, 
there was a main effect for TIME (P < 0.001) and a GROUP x TIME interaction detected (P 
= 0.023). Post hoc analysis revealed that three-weeks of strength training of the Biceps 
Brachii, resulted in a 17.5% decrease (pre	6.20 ± 0.22 arb. units; post 5.11 ±	0.12 arb. units) 
in the total AURC compared to a 1% decrease (pre 6.11 ± 0.29 arb. units; post 6.04 ±	0.27 
arb. units, P = 0.035) in the control group.  
3.4.2 Flexor Carpi Radialis 
 Figure 7a-b shows the total AURC obtained for corticospinal inhibition prior to and 
following the strength training intervention for the Flexor Carpi Radialis. The total AURC for 
corticospinal inhibition were similar between groups at baseline (P = 0.585). Following 
three-weeks of strength training, there was a main effect for TIME (P < 0.0001), and 
GROUP x TIME interaction detected (P = 0.03). Following strength training, there was a 
13% decrease (pre 6.4 ± 0.3 arb. units; post 5.6 ± 0.2 arb. units) in the total AURC for the 
wrist flexors compared to a 1% decrease in the control group (pre 6.28 ± 0.3 arb. units; post 
6.2 ± 0.2 arb. Units, P < 0.02). 
We also examined if the magnitude of change in the AURC for corticospinal 
inhibition was different following the strength training intervention between the agonist and 
synergist muscle. Paired-samples t-test showed that there was no difference in the magnitude 
of change in corticospinal inhibition between the trained agonist and the trained synergist 
muscle (t = 0.171, P = 0.236). 
3.4.3 Changes in Corticospinal inhibition and muscle strength 
Using linear regression, there was no association between change in Biceps Brachii 
silent period duration and the change in maximum strength of Biceps Brachii (r2 =	0.072, P =	
0.453).  In a similar manner, there was no association between the change in silent period 
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duration of the Flexor Carpi Radialis and the change in maximum strength of the synergistic 
wrist flexor (r2 =	0.136, P =	0.293).   
4.0 DISCUSSION 
 In the present study, we examined whether metronome-paced strength training 
elicited changes in corticospinal excitability and inhibition of the trained agonist and 
synergist muscle. Our main findings were: corticospinal excitability increased (i.e., AURC) 
and corticospinal inhibition (i.e., silent period duration) decreased in both the agonist and 
synergist, however, the changes in corticospinal activity (excitability and inhibition) was not 
associated with improved muscle strength. Although the relationship between strength 
improvements and corticospinal excitability and inhibition are not conclusive, these data 
provide evidence that the corticospinal responses to strength training of a proximal upper 
limb muscle is not spatially confined, but rather, results in a change in the strength of 
connectivity, among an agonist and synergist muscle relevant to force production. 
Collectively, the findings suggest that strength-training manifests in an adaptation that occurs 
at more than one site on the M1 and along the corticospinal tract to more than one muscle 
involved in the training task. The finding that metronome-paced strength training induces 
spatial changes in corticospinal excitability and inhibition, have important clinical 
implications for movement rehabilitation.  
 
Corticospinal excitability is not spatially confined to an agonist muscle following 
metronome-paced strength training: 
 Although it is well established that neural mechanisms are to likely mediate the rapid 
development of strength following strength training (Enoka 1997; Carroll et al. 2002; Gabriel 
et al. 2006), there is less agreement concerning the sites of adaptation in the CNS (Carroll et 
20	
	
al. 2011; Taube 2011). Studies that have used TMS in either resting and slightly active 
muscle activity, have reported no changes in corticospinal excitability despite large increases 
in voluntary strength (Carroll et al. 2002; Jensen et al. 2005; Lee et al. 2009; Kidgell and 
Pearce 2010; Christie and Kamen 2013; Coombs et al. 2016). In contrast, one study reported 
a 32% increase in MEP amplitude following isometric strength training of the tibialis anterior 
(Griffin and Cafarelli 2007), whilst another study reported a 21% increase following ballistic 
strength training (Beck et al. 2007). Also, both acute and training studies that have used 
transcranial electrical stimulation (TES) and cervicomedullary stimulation, have shown that 
strength training alters the functional properties of the spinal cord circuitry, but does not 
affect the organisation of the M1 (Carroll et al. 2002; Adkins et al. 2006; Nuzzo et al. 2016). 
More recently, strength training that is paced to an audible metronome (i.e., metronome-
paced strength training), have consistently demonstrated, increased MEP amplitudes 
following isotonic strength training (Kidgell et al. 2010; Kidgell et al. 2011; Pearce et al. 
2013; Weier et al. 2012; Leung et al. 2015). Irrespective of this, strength training (at least in 
part) is a form of motor learning (Carroll et al. 2002), and as such, plastic changes may occur 
within the CNS at both a cortical level (Butefisch et al. 2000; Weier et al. 2012) and spinal 
level (Dayan and Cohen 2011) following motor training. However, because the descending 
volleys elicited by TMS, travel through the corticospinal tract, the change in MEP amplitude 
and silent period duration following the strength training program suggest that modifications 
in corticospinal excitability and inhibition are occurring at both a cortical and spinal level, 
making the site of adaptation within the CNS unclear. 
 Despite the limitation above, and given that we have reported that the spatial effects 
of corticospinal excitability are not limited to just the trained agonist muscle (Biceps Brachii), 
this provides evidence that both the M1 and corticospinal tract work as a dynamic and 
integrated neural network to execute the required muscle contractions during the strength 
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training program (Porter and Lemon 1993; De Luca and Erim 2002; Capaday et al. 2013). 
For example, during the agonist contraction (Biceps Brachii), synergistic muscles (such as 
wrist flexors) were involved and controlled as a coupled system alongside the agonist, rather 
than singly and separately activated (Capaday et al. 2013).  Consequently, during 
metronome-paced strength training, the isometric contribution of the synergistic wrist flexors 
was not a simple, isolated muscle response. Instead, it formed part of the integrated, 
functional movement synergy, which involved an integrated neural network involving both 
the M1 and corticospinal tract. On this basis, such a response, is too complex to originate and 
be co-ordinated/controlled purely at the peripheral muscle level, and is instead executed and 
controlled by the M1 and corticospinal tract (Smith and Fetz 2009; Capaday et al. 2013).  
 An important finding from the current study was the overall gain in the stimulus-
response curve in the agonist and synergist muscles examined. The increase in the AURC, 
represents an increase in motor neuron recruitment, over the same stimulus-intensity, 
showing that metronome-paced strength training increases corticospinal excitability to the 
same extent for two muscle representations. Taken together, the excitability of the 
corticospinal tract to the Biceps Brachii and Flexor Carpi Radialis was elevated following 
strength training, showing enhanced synaptic efficacy within the corticospinal tract. 
Collectively, the enhanced AURC manifests as an increase in the excitability of corticospinal 
neurons innervating the agonist and synergist motor neurons. Alternatively, because of the 
metronome-paced strength training task, there could have been an increase in the activation 
of a group of corticospinal neurons in a task-specific manner (Porter and Lemon 1993; 
Capaday et al. 2013). Therefore, we propose that the increase in the AURC following 
metronome-paced strength training likely results from a decrease in corticospinal inhibition 
and an increase in persistent excitation between intracortical circuits that control both the 
Biceps Brachii and Flexor Carpi Radialis. This seems possible, given that, even simple 
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voluntary isometric contractions (i.e., finger abduction), decreases corticospinal inhibition 
(Ortu et al. 2008). 
  
Corticospinal inhibition is reduced following metronome-paced strength training: 
Although previous TMS and strength training literature have reported inconsistencies 
in corticospinal excitability underpinning the gain in muscle strength, only a few studies have 
examined the role of intracortical inhibitory mechanisms that may affect muscle strength. In 
the current study, not only do we report a reduction in the AURC for silent period duration 
for the trained agonist, but also for a synergistic muscle. Specifically, metronome-paced 
strength training resulted in an 18% reduction in silent period duration for the Biceps Brachii 
and a 13% reduction for the synergistic Flexor Carpi Radialis. Importantly, the magnitude of 
silent period reduction was not different between the agonist and synergist, suggesting that 
the strength training program led to modified GABAB-sensitive neural networks in both 
cortical representation of the Biceps Brachii and the synergistic Flexor Carpi Radialis. 
The reduction in silent period duration of the agonist Biceps Brachii and synergistic 
Flexor Carpi Radialis is line with previous research whereby simple, submaximal tasks, 
including isometric contractions, reduce corticospinal inhibition of the target muscle (Ridding 
et al. 1995; Ortu et al. 2008; Hortobágyi et al. 2011). However, the reduction in silent period 
duration, in the current study, is not simply an isolated response due to its submaximal and 
isometric contribution to the metronome-paced strength training exercise. It seems that 
corticospinal inhibition mediated at the level of the M1 acts spatially to reduce inhibitory 
input to muscles, which are involved in a movement synergy (i.e., elbow flexion) and 
combine in the production of maximal force. This synergy seems to be regulated by a 
dynamic and integrated neural network between the M1 and corticospinal tract, which is not 
spatially restricted (Baldissera et al. 1987; De Luca and Erim 2002). The results of this study 
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support this notion and reductions in inhibition are not confined to the trained agonist muscle, 
but also to synergistic muscles.  
The precise role that corticospinal inhibition plays in motor performance remains 
unclear, however, there is good evidence to show that the activity of cortico-motoneuronal 
cells increase linearly with increased force production (Cheney and Fetz 1980; Ashe 1997). 
For example, in humans it has been shown that the M1 and corticospinal tract are important 
for the expression of muscle strength (Kidgell and Pearce 2010; Kidgell and Pearce 2011; 
Latella et al. 2012; Weier et al. 2012; Christie and Kamen 2013; Coombs et al. 2016). 
Interestingly, following limb immobilization, the silent period duration increases and muscle 
strength decreases (Clark et al. 2008), whilst motor training seems to attenuate the 
prolongation of the silent period and maintain strength (Pearce et al. 2013; Clark et al. 2014).  
The current findings are in agreement with previous observations that have examined 
the integrated motor control strategy for an upper-limb, pointing task (Devanne et al. 2002). 
Because the metronome-paced strength training task involved repeated controlled elbow 
flexion and extension, this by default requires the co-activation of several muscles. Previous 
research has shown that muscle co-activation reduces intracortical inhibition, specifically 
short-interval intracortical inhibition (SICI) and silent period duration is reduced compared to 
the activation of a single isolated muscle (Devanne et al. 2002). Certainly, this supports 
recent strength training research, whereby intracortical inhibition is reduced during 
metronome-paced strength training which engages several sets of muscles (Goodwill et al. 
2012; Weier et al. 2012; Leung et al. 2015). Overall, metronome-paced strength training 
releases intracortical inhibition (i.e., decreased synaptic efficacy between intracortical 
inhibitory neurons and corticospinal neurons) from two motor cortical areas, which has 
collectively improved neural transmission along the corticospinal tract, improving the 
activation of the motor neuron pool for two muscles.  
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It seems that strength training that involves paced-contractions, have a distinctive 
capacity to modify the excitability of the corticospinal tract to two distinct muscle 
representations. Such a finding could be used to enhance functional connectivity and 
functional capacity in people with neuromuscular deficiencies. Although, we have showed no 
direct association between the changes in corticospinal activity and muscle strength, this 
effect is still important because an extensive increase in corticospinal excitability and a 
reduction in corticospinal inhibition (changes in muscle representations) could feasibly play a 
critical role in the reacquisition of muscle strength following injury (Clark et al. 2008).    
There are several limitations to the present study that should be considered when 
interpreting the current findings. First, in order to study the pure effect of strength training on 
corticospinal excitability and inhibition an additional training group without the external 
pacing would have been helpful (i.e., self-paced training). However, the external pacing does 
not invalidate the interpretation about the functional connectivity between the two muscles 
and adds new knowledge regarding the neural adaptations to strength training.	Second, some 
studies report that disinhibition of antagonist muscles is a neural adaptation to strength 
training (Carolan and Caferelli, 1992; Häkkinen et al. 1998); however, we did not measure 
any changes in the Triceps Brachii.  In light of this, it should also be noted, there is evidence 
to show that no changes in co-activation of antagonists occur following strength training 
(Reeves et al. 2005). In addition, given that strength training increases motor neuron 
excitability at the level of the spinal cord (Aagaard et al. 2002), measuring cervicomedullary 
evoked potentials would provide additional information about the site of adaptation in the 
CNS. Lastly, obtaining TMS voluntary activation (i.e., increase in neural drive to the trained 
muscles) measures from the agonist and synergist would strengthen the methodological 
quality, however, such measures are technically difficult. 
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This is the first TMS metronome-paced strength training study to report changes in 
corticospinal excitability and inhibition in an agonist and synergist muscle. The main findings 
suggest that strength training specifically modulates corticospinal excitability and inhibition, 
via the recurrent excitation of intracortical circuits that control both the agonist and 
synergetic motor neuron pool. Importantly, corticospinal input to the motor neuron pool of 
two muscles is balanced, therefore the changes in corticospinal excitability and inhibition are 
similar between the agonist and synergist. These findings have clinical importance to 
rehabilitation, whereby an integrated strength training exercise can induce changes in the M1 
and corticospinal tract to more than one muscle (i.e., the agonist and synergist), thus 
demonstrating that metronome-paced strength training has a spatial effect on the activation of 




Aagaard P, Simonsen EB, Andersen JL, Magnusson P, Dyhre-Poulsen P (2002) Neural 
adaptation to resistance training: changes in evoked V-wave and H-reflex responses. J 
Appl Physiol 92:2309-2318 
Adkins DL, Boychuk J, Remple MS, Kleim JA (2006) Motor training induces experience-
specific patterns of plasticity across motor cortex and spinal cord. J Appl Physiol 
101:1776-1782 
Ashe J (1997) Force and the motor cortex. Behav Brain Res 86:1-15 
Baldissera F, Campadelli P, Piccinelli L (1987) The dynamic response of cat gastrocnemius 
motor units investigated by ramp-current injection into their motoneurones. J Physiol 
387:317-330 
Beck S, Taube W, Gruber M, Amtage F, Gollhofer A, Schubert M (2007) Task-specific 
changes in motor evoked potentials of lower limb muscles after different training 
interventions. Brain Res 1179:51-60 
Butefisch CM, Davis BC, Wise SP, Sawaki L, Kopylev L, Classen J, Cohen LG (2000) 
Mechanisms of use-dependent plasticity in the human motor cortex. P Natl Acad Sci 
USA 97:3661-3665 
Cannon RJ, Cafarelli E (1987) Neuromuscular adaptations to training. J Appl Physiol 
63:2396-2402 
Capaday C, Ethier C, Darling w, Van Vreeswijk C (2013) On the functional organization and 
operational principles of the motor cortex. Front Neural Circuits 18:66  
Carolan B, Cafarelli E (1992) Adaptations in coactivation after isometric resistance training. J 
Appl Physiol 73:911-917 
Carroll TJ, Riek S, Carson RG (2002) The sites of neural adaptation induced by resistance 
training in humans. J Physiol 544:641-652 
27	
	
Carroll TJ, Selvanayagam VS, Riek S, Semmler JG (2011) Neural adaptations to strength 
training: Moving beyond transcranial magnetic stimulation and reflex studies. Acta 
Physiologica 202:119-140 
Carson RG, Nelson BD, Buick AR, Carroll TJ, Kennedy NC, Cann RM (2013) 
Characterizing changes in the excitability of corticospinal projections to proximal 
muscles of the upper limb. Brain Stimul 6:760-768 
Cheney PD, Fetz EE (1980) Functional classes of primate corticomotoneuronal cells and their 
relation to active force. J Neurophysiol 44:773-791 
Christie A, Kamen G (2013) Cortical inhibition is reduced following short-term training in 
young and older adults. AGE 36:	749-58 
Clark BC, Issac LC, Lane JL, Damron LA, Hoffman RL (2008) Neuromuscular plasticity 
during and following 3 wk of human forearm cast immobilization. J Appl Physiol 
105:868-878 
Clark BC, Mahato NK, Nakazawa M, Law TD, Thomas JS (2014) The power of the mind: 
the cortex as a critical determinant of muscle strength/weakness. J Neurophysiol 
112:3219-3226 
Coombs TA, Frazer AK, Horvath DM, Pearce AJ, Howatson G, Kidgell DJ (2016) Cross-
education of wrist extensor strength is not influenced by non-dominant training in 
right-handers. Eur J Appl Physiol 116:1757-1769 
Dayan E, Cohen Leonardo G (2011) Neuroplasticity subserving motor skill learning. Neuron 
72:443-454 




Devanne H, Cohen LG, Kouchtir-Devanne N, Capaday C (2002) Integrated motor cortical 
control of task-related muscles during pointing in humans. J Neurophysiol 87:3006-
3017 
Di Lazzaro V, Restuccia D, Oliviero A, Profice P, Ferrara L, Insola A, Mazzone P, Tonali P, 
Rothwell JC (1998) Effects of voluntary contraction on descending volleys evoked by 
transcranial stimulation in conscious humans. J Physiol 508 ( Pt 2):625-633 
Enoka RM (1997) Neural adaptations with chronic physical activity. J Biomech 30:447-455 
Frazer A, Williams J, Spittles M, Rantalainen T, Kidgell D (2016) Anodal transcranial direct 
current stimulation of the motor cortex increases cortical voluntary activation and 
neural plasticity. Muscle & Nerve 54: 903-913 
Fuhr P, Agostino R, Hallett M (1991) Spinal motor neuron excitability during the silent 
period after cortical stimulation. Electroencephalogr Clin Neurophysiol 81:257-262 
Gabriel DA, Kamen G, Frost G (2006) Neural adaptations to resistive exercise: mechanisms 
and recommendations for training practices. Sports Med 36:133-149 
Goodwill AM, Pearce AJ, Kidgell DJ (2012) Corticomotor plasticity following unilateral 
strength training. Muscle & Nerve 46:384-393 
Griffin L, Cafarelli E (2007) Transcranial magnetic stimulation during resistance training of 
the tibialis anterior muscle. J Electromyogr Kinesiol 17:446-452 
Häkkinen K, Kallinen M, Izquierdo M, Jokelainen K, Lassila H, Lki m, Kraemer WJ, 
Newton RJ, Alen M (1998) Changes in agonist-antagonist EMG, muscle CSA, and 
force during strength training in middle-aged and older people. J Appl Physiol 84: 
1341–1349  
Hendy AM, Kidgell D (2013) Anodal tDCS applied during strength training enhances motor 
cortical plasticity. Med Sci Sport Exerc 45: 1721–1729 
29	
	
Hortobágyi T, Richardson SP, Lomarev M, Shamime E, Meunier S, Russman H, Dang N, 
Hallett M (2011) Interhemispheric plasticity in humans. Med Sci Sport Exerc 
43:1188-1199 
Jensen JL, Marstrand PC, Nielsen JB (2005) Motor skill training and strength training are 
associated with different plastic changes in the central nervous system. J Appl Physiol 
99:1558-1568 
Kamen G, Knight CA (2004) Training-related adaptations in motor unit discharge rate in 
young and older adults. J Gerontol A Biol Sci Med Sci 59:1334-1338 
Keel JC, Smith MJ, Wassermann EM (2001) A safety screening questionnaire for transcranial 
magnetic stimulation. Clin neurophysiol 112:720 
Kidgell D, Stokes M, Castricum T, Pearce A (2010) Neurophysiological responses after 
short-term strength training of the biceps brachii muscle. J Strength Cond Res 
24:3123-3132 
Kidgell DJ, Pearce AJ (2010) Corticospinal properties following short-term strength training 
of an intrinsic hand muscle. Hum Movement Sci 29:631-641 
Kidgell D, Pearce A (2011) What has transcranial magnetic stimulation taught us about 
neural adaptations to strength training? A brief rReview. J Strength Cond Res 
25:3208-3217 
Kidgell DJ, Stokes MA, Pearce AJ (2011) Strength training of one limb increases 
corticomotor excitability projecting to the contralateral homologous limb. Motor 
Control 15:247-266 
Kidgell DJ, Frazer AK, Rantalainen T, Ruotsalainen I, Ahtiainen J, Avela J, Howatson G 
(2015) Increased cross-education of muscle strength and reduced corticospinal 
inhibition following eccentric strength training. Neurosci 300:566-575 
30	
	
Latella C, Kidgell DJ, Pearce AJ (2012) Reduction in corticospinal inhibition in the trained 
and untrained limb following unilateral leg strength training. Eur J Appl Physiol 
112:3097-3107. 
Lee M, Gandevia SC, Carroll T (2009) Short-term strength training does not change cortical 
voluntary activation. Med Sci Sports Exerc 41:1452-1460 
Leung M, Rantalainen T, Teo WP, Kidgell D (2015) Motor cortex excitability is not 
differentially modulated following skill and strength training. Neurosci 305:99-108 
Munn J, Herbert RD, Hancock MJ, Gandevia SC (2005) Resistance training for strength: 
Effect of number of sets and contraction speed. Med Sci Sports Exerc 37:1622-1626 
Nuzzo JL, Barry BK, Gandevia SC, Taylor JL (2016) Acute strength training increases 
responses to stimulation of corticospinal xxons. Med Sci Sport Exerc 48:139-150 
Oldfield R (1971) The assessment and analysis of handedness: the Edinburgh inventory. 
Neuropsychologia 9:97-113 
Ortu E, Deriu F, Suppa A, Tolu E, Rothwell JC (2008) Effects of volitional contraction on 
intracortical inhibition and facilitation in the human motor cortex. J Physiol 586:5147-
5159 
Pearce AJ, Hendy A, Bowen WA, Kidgell DJ (2013) Corticospinal adaptations and strength 
maintenance in the immobilized arm following 3 weeks unilateral strength training. 
Scand J Med Sci Sports 23:740-748 
Pearce AJ, Kidgell DJ (2011) Neuroplasticity following skill and strength training. 1st edn. 
Nova Biomedical, New York, USA 
Porter R, Lemon RN (1993) Corticospinal function and voluntary movement, vol 45. 




Pucci AR, Griffin L, Cafarelli E (2006) Maximal motor unit firing rates during isometric 
resistance training in men. Exp Physiol 91:171-178 
Reeves, ND, Maganaris CN, Narici MV (2005) Plasticity of dynamic muscle performance 
with strength training in elderly humans.	Muscle Nerve 31: 355–364 
Ridding MC, Taylor JL, Rothwell JC (1995) The effect of voluntary contraction on cortico-
cortical inhibition in human motor cortex. J Physiol 487:541–548 
Rossini PM, Rossi S, Pasqualetti P, Tecchio F (1999) Corticospinal excitability modulation to 
hand muscles during movement imagery. Cereb Cortex 9:161-167 
Sale DG (1988) Neural adaptation to resistance training. M Med Sci Sport Exerc 20:S135-
S145 
Sale MV, Semmler JG (2005) Age-related differences in corticospinal control during 
functional isometric contractions in left and right hands. J Appl Physiol 99:1483-1493 
Selvanayagam VS, Riek S, Carroll TJ (2011) Early neural responses to strength training. J 
Appl Physiol 111:367-375 
Smith WS, Fetz EE (2009) Synaptic linkages between corticomotoneuronal cells affecting 
forelimb muscles in behaving primates. J Neurophysiol 102:1040-1048 
Talelli P, Waddingham W, Ewas A, Rothwell JC, Ward NS (2008) The effect of age on task-
related modulation of interhemispheric balance. Exp Brain Res 186:59-66 
Taube W (2011) “What trains together, gains together”: strength training strengthens not only 
muscles but also neural networks. J Appl Physiol 111:347-348 
Weier AT, Pearce AJ, Kidgell DJ (2012) Strength training reduces intracortical inhibition. 
Acta Physiologica 206: 109-119 
Werhahn KJ, Classen J, Benecke R (1995) The silent period induced by transcranial magnetic 
stimulation in muscles supplied by cranial nerves: normal data and changes in 
patients. J Neurol Neurosurg Psychiatry 59:586-596 
32	
	
Wilson S, Lockwood R, Thickbroom G, Mastaglia F (1993) The muscle silent period 





Table 1.  Mean (± SE) for AMT stimulus intensity, MMAX and single-pulse TMS pre-stimulus 










AMT SI: active motor threshold stimulus intensity. Single pulse (SP) rmsEMG was pooled 
across stimulus intensities. P values represent the 2 (conditions) x 2 (time) repeated measures 
ANOVA used to determine any differences between group and time for the dependant 
variables AMT stimulus intensity, MMAX and single-pulse TMS pre-stimulus rmsEMG. 
 
  
  Control  Trained   
  Pre Post  Pre Post  P value 





































Table 2.  Mean (± SE) for AMT stimulus intensity, MMAX and single-pulse TMS pre-stimulus 











AMT SI: active motor threshold stimulus intensity. Single pulse (SP) rmsEMG was pooled 
across stimulus intensities. P values represent the 2 (conditions) x 2 (time) repeated measures 
ANOVA used to determine any differences between group and time for the dependant 
variables AMT stimulus intensity, MMAX and single-pulse TMS pre-stimulus rmsEMG.  
  Control  Trained   
  Pre Post  Pre Post  P value 
















 4.82  
± 2.02  
4.94  




 (% rmsEMGMAX) 
 
4.84  
± 1.36  
4.79  
± 0.98  
 5.01  
± 1.18 
4.98  






Fig. 1 Schematic representation of the experimental design with measures obtained prior to 
and following three weeks of strength training of the right elbow flexors. Pre- and post-
measures included assessment of peripheral muscle excitability (MMAX), corticospinal 
excitability and inhibition recruitment curves and muscle strength of the right Biceps Brachii 
and wrist flexors. 
Fig. 2a-b: (a) Mean (± SE) changes in 1-RM strength of the right Biceps Brachii muscle and 
(b) mean (± SE) changes in MVIC strength of the right wrist flexors following three weeks of 
strength training of the right elbow flexors. * indicates significant to control. 
Fig. 3: Relation between changes in maximum strength of the agonist muscle (Biceps 
Brachii) and the synergist muscle (Flexor Carpi Radialis). There was a significant positive 
association between the gain in Biceps Brachii strength and strength of the synergistic wrist 
flexors (r2 = 0.523, P = 0.009). 
Fig. 4a-b: The AURC was calculated using the method of trapezoidal integration. The 
AURC obtained prior to the strength training intervention is shaded in grey. The additional 
area enclosed by the recruitment curve obtained following three weeks of strength training is 
patterned. (a) depicts the AURC calculated from corticospinal excitability recruitment curves 
of the Biceps Brachii for the control group whereby MEP amplitude was plotted against 
stimulus intensity. (b) depicts the AURC calculated from corticospinal excitability 
recruitment curves of the Biceps Brachii for the strength training group whereby MEP 
amplitude was plotted against stimulus intensity 
Fig. 5a-b: The AURC was calculated using the method of trapezoidal integration. The 
AURC obtained prior to the strength training intervention is shaded in grey. The additional 
area enclosed by the recruitment curve obtained following three weeks of strength training is 
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patterned. (a) depicts the AURC calculated from corticospinal excitability recruitment curves 
of the wrist flexors for the control group whereby MEP amplitude was plotted against 
stimulus intensity. (b) depicts the AURC calculated from corticospinal excitability 
recruitment curves of the wrist flexors for the strength training group whereby MEP 
amplitude was plotted against stimulus intensity 
Fig. 6a-b: The AURC was calculated using the method of trapezoidal integration. The 
AURC obtained prior to the strength training intervention is shaded in grey. The additional 
area enclosed by the recruitment curve obtained following three weeks of strength training is 
patterned. (a) depicts the AURC calculated from corticospinal inhibition recruitment curves 
of the Biceps Brachii for the control group whereby silent period duration was plotted against 
stimulus intensity. (b) depicts the AURC calculated from corticospinal inhibition recruitment 
curves of the Biceps Brachii for the strength training group whereby silent period duration 
was plotted against stimulus intensity 
Fig. 7a-b: The AURC was calculated using the method of trapezoidal integration. The 
AURC obtained prior to the strength training intervention is shaded in grey. The additional 
area enclosed by the recruitment curve obtained following three weeks of strength training is 
patterned. (a) depicts the AURC calculated from corticospinal inhibition recruitment curves 
of the wrist flexors for the control group whereby silent period duration was plotted against 
stimulus intensity. (b) depicts the AURC calculated from corticospinal inhibition recruitment 
curves of the wrist flexors for the strength training group whereby silent period duration was 
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Fig 6 
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Fig 7 
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